been increasingly short of breath, with pleuritic pain around the left shoulder but no haemoptysis, sputum production or cough. On systemic examination the only obvious abnormality was shortness of breath at rest (respiration 26 per minute). Her left calf was still swollen though the calf measurements had not changed. Arterial blood pH was 7.46, PCO 2 3.8 kPa and PO 2 10.9 kPa, other values being within normal limits. D-dimer was now 2.8 mg/L and a VQ scan revealed multiple pulmonary emboli. A subsequent ultrasound scan of her left leg showed that thrombus had extended into the popliteal and lower super®cial femoral veins. The patient was given tinzaparin and started on warfarin. On anticoagulation therapy she recovered without further incident. A thrombophilia screen revealed no genetic cause for her venous thromboembolism.
COMMENT
Acute super®cial thrombophlebitis is a common vascular disease which is usually expected to run a`benign' clinical course 2 . Treatment includes non-steroidal anti-in¯ammatory drugs, other analgesia and rest. An association with deep venous thrombosis, however, has been reported, with frequencies of 12±44% 3 , and there have been several reports of pulmonary embolism in thrombophlebitis. In one study, 43 of 50 patients with super®cial thrombophlebitis of the great saphenous vein had pulmonary emboli 2 . Seemingly, complications are more likely with super®cial thrombophlebitis of the long saphenous vein rather than the short one 4 though this is a contentious issue 5 . There are several reports of thrombus extending from the short saphenous vein into the deep-vein system 5,6 .
Should patients with super®cial thrombophlebitis of the short and long saphenous veins receive anticoagulants? This might be justi®able not only as a way to limit progression to deep-vein thrombosis and the hazard of pulmonary embolism but also in terms of symptom relief. Pulmonary embolism after intravenous immunoglobulin
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The best-known adverse effects of high-dose intravenous immunoglobulin (IVIg) are nephrotoxicity and anaphylactic reaction. Only a few cases of thrombosis have been reported.
CASE HISTORY
A woman aged 63 with a history of osteoporosis, hypertension, aspirin-induced gastritis and thrombophlebitis in the left leg 4 years ago was admitted to the hospital because of bleeding gums, spontaneous haematomas and severe thrombocytopenia (platelet count 2610 9 /L). A coagulation screen was normal, as was viral serology; screening for autoimmunity was negative; bone-marrow smears were normal. She was treated unsuccessfully with prednisone, the platelet count reaching 18610 9 /L after one month. IVIg, 1 g/kg, was then infused progressively to a maximal¯ow of 3 mL/kg per hour, and three days later the platelet count had risen to 143610 9 /L. The patient was readmitted seven days after this infusion because of dyspnoea. Temperature was 38.18C, blood pressure 150/ 80 mmHg, pulse 102/min, respirations 24. She was cyanosed but examination of the heart and lungs, including electrocardiogram and chest X-ray, revealed nothing abnormal. There was no evident thrombophlebitis. Arterial blood showed the following: pH 7.4, PO 2 6.9 kPa, PCO 2 3.7 kPa, HCO 3 21.3 mmol/L. Haemoglobin was 16 g/dL, platelets 227610 9 /L, serum protein 83 g/L, D-dimers 44 mg/L (normal50.4). Prothrombin time, partial thromboplastin time and ®brinogen concentration were normal. Ultrasonography revealed thrombophlebitis in the right popliteal vein. A work-up for hypercoagulable state (including antithrombin III, protein C, protein S, heparin cofactor II, homocysteine, factor V Leiden mutation and antiphospholipid antibodies) was negative. A spiral computed tomographic scan of the chest revealed bilateral pulmonary embolism. She was treated initially with heparin and was discharged on day 26 taking¯uindione. Further episodes of thrombocytopenia proved resistant successively to disulone, vincristine and colchicine. The patient underwent splenectomy after four courses of IVIg, given on the same schedule as before but under anticoagulant cover. There was no further thrombotic event.
COMMENT
We have found thirteen previously reported cases of IVIgrelated thrombosis, including myocardial infarction in ®ve instances, stroke in four and spinal cord ischaemia in one 1 .
Deep venous thrombosis has been reported in only three instancesÐa woman of 52 with lymphocytic lymphoma complicated by immune thrombocytopenia, an immobilized patient treated for myasthenia gravis and a man aged 74 with renal carcinoma and immune neutropenia who died from pulmonary embolism 1±3 . Perhaps the explanation for these events is that IVIg not only induces platelet activation but also increases plasma viscosity 4 . To reduce the incidence of thromboembolism, a clothcovered version of the Starr±Edwards aortic valve was introduced in 1968 (Figure 1) 1 . A new complication then aroseÐsystemic embolism due to cloth tears 1±3 .
REFERENCES

CASE HISTORY
A woman aged 76 reported progressive memory loss over the past year. The onset had been insidious with initial loss of short-term memory followed by dif®culties in social interaction and visual hallucinations. In 1971 she had had an aortic valve replacement with a cloth-covered Starr± Edwards prosthesis for rheumatic disease. There was no history of stroke or transient ischaemic attacks. On examination her abbreviated mental test score was 1/10; she had expressive dysphasia but no other focal neurode®cit. She was normotensive and in controlled atrial ®brillation. Prosthetic heart sounds were heard along with an ejection systolic murmur. Blood tests were unremarkable. Her records showed that, since the valve replacement, she had almost always been adequately anticoagulated. Electrocardiography con-®rmed atrial ®brillation. Computed tomography of the brain showed a degree of cerebral atrophy. Transthoracic echocardiography showed subnormal left ventricular function with a dilated left ventricle and reduced septal movement. There were no thrombi or vegetations. On transoesophageal echocardiography the prosthetic valve appeared normal and no thrombus was seen in the left atrium. Magnetic resonance imaging was not possible because of her prosthetic valve. Cerebral perfusion scintigraphy and single-photon emission tomography showed a defect in the left frontoparietal cortex and thinning in the occipitoparietal perfusion consistent with vascular dementia. Several falls and infections punctuated her clinical course and she died suddenly in a nursing home.
At necropsy there were multiple areas of microcystic degeneration around the lateral ventricles and one larger (1 cm) area of infarction in the left cerebellar hemisphere. There were mild atherosclerotic changes in the aorta and carotid arteries. On examination of the Starr±Edwards valve in situ, the cloth covering the struts was seen to be frayed and broken down, hanging from the cage. There were no vegetations on the valve, and the atria and its
